There are very few references in the literature to 'functional intestinal obstruction in the newborn. Zuelzer and Wilson in 1948 first drew attention to this condition and reported 11 cases, four of which resembled Hirschsprung's disease in older children. Vomiting and gross intestinal obstruction seen after birth were the presenting features in the remaining seven cases, five of which were operated upon and no mechanical obstruction was found; all seven died. Five were submitted to necropsy and the absence of a mechanical cause for their obstructive symptoms was confirmed; in three cases there was evidence of peritonitis. Serial sections of the intestines from three of these infants showed absence of the ganglion cells of Auerbach's plexus of the large intestine extending proximally as far as the sigmoid, caecum, and the ileum respectively. Zuelzer and Wilson were able to correlate the level of obstruction with the level of agenesis of ganglion cells. Five of the seven infants were brothers and sisters in a family of 11 children. A family with similar clinical features is reported in this paper.
Case History Michael McG. was admitted to the Royal Liverpool Children's Hospital at the age of 4 days with the following history.
The mother's pregnancy and delivery were normal. The maternal blood was reported to be Rh and Kahn negative at 28 weeks of gestation and no Rh antibodies were present. He was considered to be a normal baby on delivery; the birth weight was 8 lb. 13 oz. and meconium was passed 24 hours after birth. When 48 hours old he vomited, his temperature rose to 104 -8°, and his respirations to 90 per minute. The following day he had well established bronchopneumonia and a grossly distended abdomen. On rectal examination the anal sphincter was rather tight and some dry meconium was present in the rectum. A plain x-ray film showed multiple small bowel fluid levels and gross intestinal distension (Fig. 1) On the thirteenth post-operative day he had a violent attack of vomiting and ruptured his abdominal incision. The wound was re-sutured under general anaesthesia and gastric suction and intravenous fluids were reinstituted.
Six days after the second anaesthetic he took feeds well and vomited only occasionally. He was, however, extremely constipated, although enemata produced small stools and some flatus. There were two further episodes of distension and temporary improvement. At but the masking effect of considerable numbers of inflammatory cells throughout the submucosa of the greater part of the large bowel made it difficult to establish this impression.
At the hepatic flexure small, non-myelinated nerve bundles, well circumscribed by a delicate connective tissue sheath, were seen coursing between the longitudinal and circular muscle coats. The general direction of these bundles appeared to be longitudinal as they were cut more often at right angles in transverse than in longi-F -, tudinal sections (Fig. 5) . They remained scanty in the proximal colon; distally they increased in size and number becoming both numerous and conspicuous in the pelvic colon and rectum. In the caecum, ascending and transverse colon, the longitudinal and circular muscle coats were closely approximated owing to the absence of myenteric ganglia (Fig. 3) . In the descending colon and rectum the normal separation was maintained by the non-myelinated nerve bundles. His birth weight was 7 lb. 11 oz. He was admitted to the Royal Liverpool Children's Hospital when one day old with a history of vomiting bile. The abdomen was distended and an enema yielded a small amount of meconium. Intravenous saline and gastric suction were started. At laparotomy distended intestine was found which ended abruptly with undistended gut-following on. There was no mechanical obstruction. Post-operatively, because of distension, gastric suction and intravenous infusion were given. Four days later his condition had improved and he took feeds well. During the next few days he passed frequent, small, yellow, watery stools but then again became constipated. At 18 days the abdomen became very distended and he started to vomit copiously; an enema yielded some flatus only. He died at the age of 23 days. During the last three weeks of life he had daily enemata and stomach wash-outs, and was given ' amechol,' t of a tablet, daily. Permission for post-mortem examination was not granted.
(4) Kathleen O'C. was born on Septembe; 2, 1942, following a normal pregnancy and delivery. She attended the Royal Liverpool Children's Hospital at the age of 2 years with a history of attacks of vomiting for three months. During the next six months she was admitted to hospital on several occasions with bouts of vomiting and abdominal distension, necessitating gastric suction and intravenous infusion. She was not seen again until she was 6 years old when she returned to the outpatient department with a history that for the last four years she had suffered from attacks of copious vomiting of green fluid every four or six weeks. Her bowels opened regularly. On examination the only abnormal finding was abdominal distension. All pathological investigations of blood, urine, stools, and duodenal juices were negative. A barium follow-through showed an enormously dilated coil of jejunum (Figs 6 and 7). For the next three months she was again in and out of hospital with attacks of distension and vomiting necessitating gastric suction and intravenous infusions. Several barium meals were given and always showed the same picture. At laparotomy the duodenum and first part of the jejunum were found to be enormously dilated, and the dilated intestine gradually tapered off into normal Cameron (1928) suggested that the absence of the myenteric ganglia could be attributed to inflammation. We suggest that the occasional familial incidence of this condition, as exemplified in the McG. family and the family quoted by Zuelzer and Wilson (1948) , favours a congenital abnormality of the neuro-muscular mechanism, probably a neural agenesis.
A point of interest is the presence of the ganglia in approximately the area supplied by the vagus and their absence from that supplied by the sacral outflow. We were, however, not able to determine the exact distribution of the vagus and sacral nerves to the large bowel and the matter therefore remains speculative.
It is difficult to resist the inference that Kathleen O'C. suffered from the same condition in a segment of the jejunum. If she suffered from the same type of condition at a higher level, then it must be assumed that in a proportion of these cases the affected segment will not include the most distal bowel. Such cases would be amenable to treatment by excision or short-circuiting operations. Swenson (personal communication) has had a patient with 298 group.bmj.com on June 6, 2017 -Published by http://adc.bmj.com/ Downloaded from segmental affection of the ileum, cured by excision of the segment. On section the excised part of the ileum showed absence of ganglion cells of the myenteric plexus.
Although Kathleen had recurrent attacks of vomiting, obstruction never became absolute and the child survived. It seems possible that the difference in the site of the lesion explains the difference in prognosis. The area of inert bowel may possibly not present the same resistance to fluid as to solid intestinal contents.
We believe it to be the first time that this clinical syndrome has been described in at least two successive generations. We should add that intestinal radiographs of Michael McG's mother were normal.
Treatment. It seems probable that in the future these children will be submitted to laparatomy. At the time of operation a rough estimate of the level of agenesis of ganglion cells can be made by observing the level of dilated and non-dilated bowel. In cases where the descending colon only is affected, a transverse colostomy appears to be justifiable. 
